The exact aetiology of the development of the Parkinsonian syndrome in our patient is not well understood and several mechanisms can be postulated: (a) mechanical pressure on basal ganglion nuclei could be caused directly by the tumour; (b) indirectly by torsion or compression of midbrain and tentorial herniation; (c) the deeply situated glioma may directly involve the basal ganglia.
In this patient, the assumption of a causal relationship between Parkinsonism and the tumour is based on the lack of any associated precipitating factors (such as ingestion of drugs or poisoning) and the onset of tremor shortly after the contralateral hemiparesis had appeared. The mechanism by which Parkinsonian symptoms are produced contralaterally to cortico-spinal tract symptoms, may be explained by the medial localisation of the tumour and is due probably also to the direct involvement of the left internal capsule whose normal functioning would been essential in order for tremor and rigidity may appear.
Early recognition of an intracranial tumour as a cause for Parkinsonism is therefore very important if further neurological deficit is to be prevented. It The following case reports describe two cases of huge epithelium-lined cysts in the posterior cranial fossa with extension to the middle cranial fossa. Although a review of the literature disclosed many reports concerning the location of the cysts, I -6 l 1 -I I such cases as described here appear never to have been reported. We present details of these cases, with clinico-pathological features of these cystic lesions.
Case 1 was a 2-month-old male infant with an increase in head circumference and horizontal nystagmus. He was admitted to our department for diagnostic workup and treatment.
Neurological examination recorded only horizontal nystagmus. A computed tomography (CT) scan revealed a huge low density area in the posterior cranial fossa extending to the bilateral middle cranial fossa (fig 1) was performed; during the operation, the cyst wall was exposed and was found to consist of tough membrane with many capillaries. Facial and acoustic nerves were stretched posteriorly over the cyst wall. The right cerebellar hemisphere was displaced to the left. The cyst wall was widely opened and partially removed to establish a communication with the subarachnoid space. The cyst cavity was found to extend from the prepontine region to the bilateral middle cranial fossa beyond the incisura of the tent. No abnormalities of the cerebellum or brain stem were noticed, and there was no communication between the cyst and the ventricular system. A ventriculo-peritoneal shunt was performed 2 weeks after the craniectomy, because hydrocephalus did not resolve following the partial removal of the cyst. The fluid obtained from the cyst contained a protein level of less than 0 1 g/l. Microscopic examination revealed that the cyst wall consisted of a single layer of cilliated cuboidal and collumnar epithelial cells with an underlying basement membrane. The wall was supported in part by connective tissue (fig 2) . The postoperative course was uneventful, and he was discharged 2 weeks after the second operation.
Case 2 was a 10-month-old female baby with arrested development. CT scan demonstrated a huge low density area in the posterior cranial fossa which extended to the right middle cranial fossa. CT cisternography did not show communication between the cyst and the ventricular system. Craniectomy was
